Abstract A 54 year old Asian woman developed fulminant hepatic failure followed by renal failure. Because of a past history of possible tuberculosis, she was given antituberculous drugs. The chest x ray was normal. A transiugular liver biopsy showed caseating necrosis, granulomas, and acid fast bacilli indicative of miliary tuberculosis. Despite full supportive therapy, her condition deteriorated and she died. Postmortem examination showed widespread miliary tuberculosis; culture confirmed the presence ofMycobacterium tuberculosis. Tuberculosis causes fulminant hepatic failure rarely and only three cases have been described. In this, as with the other cases, hyponatraemia and hepatomegaly were features at presentation. This is the first report of treatment being given before death. (Gut 1995; 36: 792-794) 
Most cases of fulminant hepatic failure result from viral infection or drug toxicity. ' The treatment of such patients is largely supportive, with liver transplantation being indicated for those with a poor prognosis. It is important, however, to make an early diagnosis of the cause of the fulminant hepatic failure because treatment may be affected. For Culture of the liver specimen confirmed the presence of Mycobacterium tuberculosis.
Discussion
Although fulminant hepatic failure may occur as part of a systemic illness resulting from tuberculosis, tuberculosis presenting as fulminant hepatic failure has been rarely reported. [3] [4] [5] We believe that this patient's liver failure was caused by tuberculosis for a number of reasons. Viral causes have, as far as possible, been excluded serologically although it is by definition impossible to exclude the putative non-A non-B non-C virus. Furthermore, the histological features, both at transjugular biopsy and at necropsy, did not show features characteristic of fulminant viral hepatitis.6 A drug related aetiology is unlikely because treatment had been unchanged for over a year.7 Postmortem examination failed to show other possible causes of fulminant hepatic failure such as malignant infiltration, ischaemia or extrahepatic biliary obstruction. The liver biopsy and postmortem examination both showed features of hepatic necrosis, granulomatous infiltration, and on staining acid fast bacilli. The degree of hepatocyte necrosis is sufficient to cause the clinical picture of liver failure.
It is well established that miliary tuberculosis can affect the liver. One series reported hepatic granulomata in all cases of miliary tuberculosis studied. and serological features suggested that the prognosis was extremely poor and transplantation was, therefore, considered. Because of the presence of active untreated tuberculosis, however, it was felt that transplantation would be unsuccessful as the effect of surgery and immunosuppression would make it highly probable that she would die from disseminated tuberculosis. The fact that viable mycobacteria were found on postmortem examination even two days after the start of appropriate antibiotic treatment, suggests that there was active disease, which would have become increasingly active after transplantation.
Fulminant hepatic failure caused by tuberculosis is rare in this country, but the incidence of tuberculosis infection is increasing. Although this patient died despite treatment, this rare cause of fulminant hepatic failure should be considered in patients at risk so treatment can be started early.
